Polarized cell behaviors are the cornerstone of morphogenesis during animal development. One example of such a cell behavior is convergent extension, whereby a group of cells interdigitate specifically in one axis, thereby elongating the tissue as a whole in the perpendicular axis ( Figure 1A 
. However, in tissues in which Prickle function had been disrupted, both mediolateral interdigitation of cells and the formation of mediolaterally polarized lamellipodia were rescued by exogenous fibronectin ( Figure 1C ). This suggests that the effect of Prickle on convergent extension is mediated solely by Prickle's ability to control fibronectin matrix deposition [1] .
Taken together, these results suggest two distinct functions for the PCP cascade during convergent extension (Figure 2) . First, Frizzled, Strabismus, and Prickle work together in a noncell-autonomous manner to effect the normal placement of fibronectin matrices in the embryo ( Figure 2B) [18] , it was shown that polarized cell movements during the formation of cardiac outflow tracts involve actin rich lamellipodia, reminiscent of those driving convergent extension; in the absence of Strabismus/Vangl2, such protrusions fail to form [18] . In the second study [19] , it was shown that the vertebrate PCP ligand Xwnt-11R controls heart tube morphogenesis. Embryos lacking Xwnt-11R developed myocardial defects, which appear to be due to defects in cell adhesion [19] . Fibronectin is essential for myocardial tube fusion [20] , so the defects resulting from loss of Xwnt-11R could certainly be the result of defective deposition of the fibronectin matrix. Further studies addressing the link between PCP genes and the extracellular matrix will undoubtedly be of great interest. 
